An elderly woman with severe hyponatraemia manifested transient choreoathetoid movements of the upper extremities and dyskinetic movements of the face and mouth. She showed more than one type of hyponatraemia and a precise diagnosis was not possible. The movements were abolished with treatment of the hyponatraemia with no recurrence or sequelae.
Hyponatraemia (serum sodium level <130 mmol/l) is the most common electrolyte abnormality, especially in the elderly, and occurs with a wide variety of medical conditions. Asymptomatic hyponatraemia often goes undetected and with severe hyponatraemia the clinical presentation can be diverse and nonspecific such that early recognition can be delayed.' A wide variety of neurological manifestations has been associated with hyponatraemia and severe hyponatraemia can have damaging effects on the central nervous system.2 Generalised disturbances such as inappropriate behaviour, hallucinations (both visual and auditory), unresponsiveness, seizures, and coma are the more frequent manifestations. 3 We describe an elderly woman with severe hyponatraemia with choreo-athetoid and dyskinetic movements. On admission the vital signs were unremarkable. The cardiovascular, respiratory and central nervous system were normal. The serum sodium was 134 mmol/l, potassium 3.1 mmol/ 1, blood glucose 11.1 mmol/l, calcium 2.37 mmol/l, magnesium 0.62 mmol/l, urea 5.8 mmol/l and creatinine 6.5 ,umol/l. Computed tomography (CT) scan of the brain was normal. She remained on the diuretic and prochlorperazine. Four days following admission vomiting worsened and three days later she was found groaning at 08.00 h. She was conscious, but did not respond to verbal commands. She had mouthing movements involving the face, mouth and tongue, simulating tardive dyskinesia and writhing with sudden jerky movements of the upper limbs. The lower limbs were in extension with slight increase in tone. The pupils were equal and reactive. The plantars were flexor. There were no abnormalities in the other systems. The chest X-ray was normal. Routine haematology and liver function tests were normal. Her medications were stopped.
By 11.00 h her level of consciousness had worsened. She was unresponsive, but the movements continued and the plantars were extensor. The serum sodium level was found to be 101 mmol/l, potassium 3.7 mmol/l, urea 6.2 mmol/l, creatine 68 ,umol/l, plasma osmolality 217 (275-295) mosm/kg, glucose 12.2 mmol/l, cholesterol 4.5 mmol/l, triglycerides 2.8 (0.1-1.85) mmol/l, sodium 117 mmol/l, potassium 6.1 mmol/l, urine osmolality 478 (300-600) mosm/kg. CT scan of the brain revealed no abnormality. She was commenced on normal saline. She had a generalised seizure, but was not given anticonvulsants. At 20.00 h she was still unconscious, the plantars were flexor and no movements were seen. Her serum sodium was 112 mmol/l. She was then given 3% Nagaratnam, Icao, Peric sodium chloride 500 ml over 10 h and by 24 .00 h the sodium was 116 mmol/l, potas- 
